Cancer: surviving on the edge.
Tumors arise from normal cells through the acquisition of multiple genetic alterations that endow cancer cells with the phenotypes associated with neoplasia. Although we still lack a complete understanding of the specific complement of mutations that together program the behavior of any particular cancer, several lines of evidence indicate that many of these alterations perturb regulatory networks critical for cell proliferation, growth, and survival. As such, cancer cells maintain a precarious balance among unfettered proliferation, genomic instability, cell cycle arrest, and apoptosis. This year's Beatson International Cancer Conference focused on recent advances in our understanding of the pathways that regulate senescence, apoptosis, and cancer.